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New insights on neuronal alterations in jimpy mutant brain. 
Harsan Laura; Jalabi Walid; Grucker Daniel; Ghandour M Said 
UMR 7004 CNRS/ULP, Institut de Physique Biologique, Faculte 
de Medecine, 11 rue Humann, 67085 Strasbourg, France. 
Neurochemical research, (2004 May) Vol. 29, No. 5, pp. 
943-52. 

Journal code: 7613461. ISSN: 0364-3190. 
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Journal; Article; (JOURNAL ARTICLE) 
English 

Priority Journals 
200407 

Entered STN: 14 May 2 004 
Last Updated on STN: 28 Jul 2004 
Entered Medline: 27 Jul 2004 
In spite of abundant data on oligodendrocyte abnormalities in 
dysmyelinated jimpy brain, little is known about the axonal damage and the 
expression of neuronal genes. Recent findings indicate that Nogo 
-A, oligodendrocyte -myelin glycoprotein (OMgp) , and myelin-associated 
glycoprotein (MAG) inhibit axonal growth by binding a common receptor, the 
Nogo-A receptor (NgR) -p75 complex. In order to evaluate neuronal 
modifications in the absence of myelin and in the presence of abnormal 
oligodendrocytes at different developmental stages, the expression of 
these inhibitory proteins and their receptors was investigated in jimpy 
mutant brain. Despite the decrease in oligodendrocyte number at P15 and 
P25 in jimpy, Nogo-A and OMgp mRNA levels are not significantly 
different compared with control, suggesting an overexpression of neuronal 
Nogo-A and OMgp in mutant. Double immuno labeling for Nogo 
-A and neurofilaments shows strong axonal staining of Nogo-A in 
jimpy and its down-regulation in oligodendrocytes. The current data raise 
questions about functions of Nogo-A other than neurite growth 
inhibition in the CNS. No significant changes in NgR mRNA levels were 
observed in jimpy, where the increase in p75 level can be correlated with 
the cell death of oligodendrocytes. In the paranodal region, the cell 
adhesion molecule neurofascin glial isoform NFN155 mRNA level is reduced 
by 40% whereas neuronal form NFN186 is up-regulated. These results may 
explain the failure of paranodal region organization, even with normal 
level of CASPR (paranodin) mRNA detected in jimpy brain. 
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AUTHOR: Nie Du-Yu; Zhou Zhi-Hong; Ang Beng-Ti; Teng Felicia Y H; Xu 

Gang; Xiang Tao; Wang Chao-Yang; Zeng Li; Takeda Yasuo; Xu 
Tian-Le; Ng Yee-Kong; Faivre-Sarrailh Catherine; Popko 
Brian; Ling Eng-Ang; Schachner Melitta; Watanabe Kazutada; 
Pallen Catherine J; Tang Bor Luen; Xiao Zhi -Cheng 
Department of Clinical Research, Singapore General 
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We report Nogo-A as an oligodendroglial component congregating 
and interacting with the Caspr-F3 complex at paranodes. 
However, its receptor Nogo-66 receptor (NgR) does not segregate 
to specific axonal domains. . CHO cells cotransf ected with Caspr 
and F3, but not with F3 alone, bound specifically to substrates coated 
with Nogo-66 peptide and GST-Nogo-66. Binding 

persisted even after phosphatidylinositol- specific phospholipase C 
(PI-PLC) removal of GPI-linked F3 from the cell surface, suggesting a 
direct interaction between Nogo-66 and Caspr. Both 
Nogo-A and Caspr co-immunoprecipitated with Kvl.l and 
Kvl.2, and the developmental expression pattern of both paralleled 
compared with Kvl.l, implicating a transient interaction between 
Nogo-A-Caspr and K(+) channels at early stages of 

myelination. In pathological models that display paranodal junctional 
defects (EAE rats, and Shiverer and CGT(-/-) mice), distances between the 
paired labeling of K(+) channels were shortened significantly and their 
localization shifted toward paranodes, while paranodal Nogo-A 
congregation was markedly reduced. Our results demonstrate that 
Nogo-A interacts in trans with axonal Caspr at CNS 

paranodes, an interaction that may have a role in modulating axon-glial 
junction architecture and possibly K(+) -channel localization during 
development . 



L3 ANSWER 3 OF 4 
ACCESSION NUMBER: 
DOCUMENT NUMBER: 
TITLE : 

AUTHOR (S) : 
CORPORATE SOURCE: 

SOURCE : 



DOCUMENT TYPE: 

LANGUAGE : 
ENTRY DATE: 



BIOSIS COPYRIGHT (c) 2006 The Thomson Corporation on STN 

2004:191844 BIOSIS 

PREV200400190218 

On the molecular architecture of axoglial junction. 
Xiao, Z.-C. [Reprint Author] 

Department of Clinical Research, Singapore General 
Hospital, Out ram Road, Singapore, Singapore 
Journal of Neurochemistry, (February 2004) Vol. 88, No. 
•Supplement 1, pp. 15. print. 

Meeting Info. : 6th Biennial Meeting of the Asian-Pacific 
Society for Neurochemistry (APSN) . Hong Kong, China. 
February 04-07, 2004. Asian-Pacific Society for 
Neurochemistry . 

CODEN: J0NRA9. ISSN: 0022-3042. 
Conference ; (Meeting) 

Conference; Abstract; (Meeting Abstract) 
English 

Entered STN: 7 Apr 2004 

Last Updated on STN: 7 Apr 2004 



L3 ANSWER 4 OF 4 BIOSIS COPYRIGHT (c) 2006 The Thomson Corporation on STN 
ACCESSION NUMBER: 2004:43055 BIOSIS 



DOCUMENT NUMBER: PREV200400044088 

TITLE: Nogo-A at CNS paranodes is a ligand of 

Caspr: Possible regulation of K+ channel 
localization. 

AUTHOR(S) : Nie, Du-Yu; Zhou, Zhi-Hong; Ang, Beng-Ti; Teng, Felicia Y. 

H.; Xu, Gang; Xiang, Tao; Wang, Chao-yang; Zeng, Li; 
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AB We report Nogo-A as an oligodendroglial component congregating 
and interacting with the Caspr-F3 complex at paranodes. 
However, its receptor Nogo-66 receptor (NgR) does not segregate 
to specific axonal domains. CHO cells cotransf ected with Caspr 
and F3 , but not with F3 alone, bound specifically to substrates coated 
with Nogo-66 peptide and GST-Nogo-66. Binding 

persisted even after phosphatidylinositol- specific phospholipase C 
(PI-PLC) removal of GPI-linked F3 from the cell surface, suggesting a 
direct interaction between Nogo-66 and Caspr. Both 
Nogo-A and Caspr co-immunoprecipitated with Kvl.l and 
Kvl.2, and the developmental expression pattern of both paralleled 
compared with Kvl.l, implicating a transient interaction between 
Nogo-A-Caspr and K+ channels at early stages of 

myelination. In pathological models that display paranodal junctional 
defects (EAE rats, and Shiverer and CGT-/- mice) , distances between the 
paired labeling of K+ channels were shortened significantly and their 
localization shifted toward paranodes, while paranodal Nogo7A 
congregation was markedly reduced. Our results demonstrate that 
Nogo-A interacts in trans with axonal Caspr at CNS 

paranodes, an interaction that may have a role in modulating axon-glial 
junction architecture and possibly K+-channel localization during 
development. 
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ABSTRACT : 

The application provides peptides that interact with the inhibitory domains of 
the myelin proteins Nogo, TNR and MAG. These may be used in the treatment for 
CNS damage, and for the development of further treatments. Also provided are 
methods arid materials for immunizing subjects against the inhibitory domains of 
the myelin proteins, for the treatment for CNS damage. 
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ABSTRACT: 

The application provides materials and methods for promoting myelination of 
neuronal axons in the CNS. These derive from the findings firstly that the 
mols. Nogo and Caspr interact with one another during establishment and 
maintenance of the axoglial junction, and secondly that the mols. F3 and NB-3 
are capable of promoting oligodendrocyte maturation via interaction with Notch. 
The materials and methods provided may be used in the treatment of CNS damage, 
in particular the treatment of spinal cord injury, multiple sclerosis, epilepsy 
and stroke. 
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ABSTRACT: 



The present invention relates to a neuron and neural tumor growth regulatory 
system, based on the novel protein, arretin and its isoforms and fragments 
thereof, its receptor, antibodies directed against the components of this 
system and diagnostic, therapeutic, and research uses for each of these 
aspects. This protein has an apparent mol. weight of approx. 70 kDa. Embodiments 
of the invention comprise the amino acid sequence and probes designed therefrom 
for nucleic acid sequences encoding arretin. Alternatively, tagged arretin 
protein for use as a reporter to detect receptors of arretin, which are then 
sequenced and used to obtain probes for the nucleic acid sequences encoding 
arretin receptors, are included. The present invention further relates to 
arretin receptors and fragments thereof as well as the nucleic acid sequences 
coding for such arretin receptors and fragments, and their therapeutic and 
diagnostic uses. Substances which function as either agonists or antagonists 
to arretin receptors are also envisioned and included within the scope of the 
present invention. 
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